were made both in America and in the Far East regarding the conclusions reached in these two reports. (r) Experimental study of the effects of treatment on :
(1) The time of appearance, the persistence, the rhythm of reappearance and the number of gametocytes.
(2 (1) The erythrocyte sedimentation reaction is not specific for tuberculosis.
(2) A parallelism exists between the severity of the disease and the increase in the sedimentation rate.
(3) With improvement in the condition of the patient, the speed of sedimentation decreases; the opposite being true with increasing severity of the disease.
(4) The phenomenon sometimes disappears shortly before death.
(5 [Nov., 1928. as well as through the pupil. Indian Journ. Med. Res. July, 1928. Vol. XVI. p. 125. Since the introduction of cinchona bark into therapeutics considerable experimental work has been done on two of its alkaloids, namely, quinine and quinidine, out little attention has been paid to cinchonidine and cinchonine. These latter alkaloids have been passed over with the remark that they have the same action ! as quinine. Fredricq and Terroine working with cinchona alkaloids on the isolated turtle's heart found that all of them diminished the frequency and ampl.tude of the heart beat, producing a diastolic arrest, and that Jjevo-bases were more powerful than their dextrorotatory isomers. De Arric (1912) found that the turtle's heart was slowed by all doses and the amplitude was decreased by the higher concentrations but increased by the lower ones. McGilchrist (1914) made an extensive experimental study of the cinchona derivatives and strongly advocated the use of cinchonine in benign tertian malarial infections. He made a comparative study of the toxicity of the four chief alkaloids of cinchona bark on guinea-pigs and found that cinchonine was the most toxic and cinchonidine the least. The protozoicidal action of cinchonine, however, was so marked that in spite of its higher toxicity its use against malaria was advocated. Post-mortem examination of guinea-pigs showed that both after cinchonidine and cinchonine the heart was stopped in systole. Biberfeld (1916) found that in mammals and man the cinchona alkaloids quickened the pulse and produced a rise of blood pressure. Cushney described cinchonidine and cinchonine as possessing the same action as quinine and said that the former is more liable to produce symptoms of poisoning. Acton (1922) in his researches on the cinchona alkaloids, pointed out that quinidine and cinchonine were dextro-rotatory while quinine and cinchonidine were laevo-rotatory; he therefore suggested that the nomenclature was defective. After an experimental study on the toxicity of these alkaloids he came to the conclusion that cinchonidine was less toxic than cinchonine. (1) Intravenous injections of cinchonidine in animals produce a marked depression of the amplitude of auricular and ventricular contractions accompanied by a fall of blood pressure. The irritability of the myocardium is markedly decreased, the latent period and the refractory period are both lengthened.
(2) Cinchonine produces an apparent stimulation of the auricle and a depression of the ventricle. The former effect is shown to be produced by depression of the inhibitory nervous mechanism and the latter by direct action on the heart muscle. The irritability of the myocardium is _ decreased but not to the same extent as with cinchonidine. The latent period is not increased in frog's heart muscle and the refractory period is not appreciably affected.
(3) Both cinchonine and cinchonidine temporarily restore the normal rhythm of the heart after it is experimentally made irregular with aconitine. This is partly due to the depression of the vagal mechanism and partly to direct depression of the heart muscle.
(4) Our experiments show that the laevo-rotatory alkaloid cinchonidine has a more powerful depressant action on the heart muscle than the dextro-rotatory cinchonine.
;
